of the receptor tyrosine kinase (RTK) superfamily. They have the typical RTK structure, with an extracellular domain, a single transmembrane domain, and a kinase domain. The kinase domain lacks some sequence motifs that are conserved in most kinases and is believed to lack kinase activity (Katso et al., 1999) Figure S1 on Cell website; Halford and Stacker, 2001).
Structure/Function Analysis of LIN-18
To determine which domains are required for the function of lin-18, we tested various versions of lin-18::gfp constructs for the ability to rescue the lin-18(e620) mutant (Figure 3 ; Supplemental Table S1 online). In these constructs, the lin-18 genomic DNA, including 5 kb of upstream regulatory region and lin-18 coding regions, are fused to gfp. Thus, LIN-18::GFP expression is driven by the lin-18 promoter and regulatory sequence. Introns upstream of the fusion point are also included in these constructs.
The full-length LIN-18 protein fused to GFP at the carboxyl terminus ("C-term" construct) rescued the mutant phenotype of lin-18(e620). We also found that the fusion of the extracellular and the transmembrane domains of LIN-18 to GFP ("ECD-TM" construct) rescued the lin-18 mutant as well as the full-length (C-term) fusion. This suggests that the kinase domain is not re- (Table 2) . We expect that a mutation in a To determine the cellular source of Wnt signals orienting ligand would not enhance a null mutation in its receptor, the P7.p lineage, we constructed mom-2::gfp and linprovided that the ligand does not signal through an 44::gfp reporters. In the vicinity of the developing vulva, alternative receptor. In contrast, null mutations that disconsistent mom-2::gfp expression was observed in the rupt parallel pathways often enhance. We found that the anchor cell (Figures 4F and 4G Table 2 and Supplemental Table S1, 
